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Headaches, at first associated with nausea, vomiting and giddiness, commenced at age of 15, but lately have been only slight. There has been no polydipsia, or polyuria; no complaint of impaired vision.
Patient is very obese but shows no sexual dystrophy, and distribution of axillary and pubic hair is normal. Both discs show secoi,dary optic atrophy with a slight degree of swelling. There is some restriction of the visual fields, most marked in the temporal halves. Knee-and ankle-jerks are normal, but the plantars tend to give an extensor response. Fasting blood sugar is 0-102 grm., and after 50 grm. glucose there is a delayed return to the fasting level, but without any glycosuria.
Skiagram of skull shows marked erosion of sella turcica, with an irregular shadow above (calcareous portion of the tumour). At age of eight months she caught nasal diphtheria from her brother. She was in a fever hospital for six weeks, but no serum was administered. When the parents took her away they noticed that her face was weak on the left side and that she avoided using the left hand. The left hand movements were very clumsy.
At Gait.-Is that of a hemiplegic, with circular movement of the point of the weak foot (left).
Dr. J. D. ROLLESTON said that cases of hemiplegia occurring after diphtheria were decidedly rare. During the first four years of his connexion with fever hospitals he had never seen a case of the kind, nor, indeed, had he heard of one, and when he wrote his thesis for the M.D. degree in 1904-on diphtheric paralysis'-he had made no allusion to it.
But in the year 1905, he had a case of hEenorrhage occurring after a very severe faucial attack2, and he then found that the first case had been described by Sir William Gull, who was one of the first in this country to deal with the nervous complications of diphtheria. Since 1905 he (the speaker) had seen about a dozen cases of the kind, all of them after severe faucial dipththeria 8.
Various explanations had been submitted as to the pathogenesis of hemiplegia. The most satisfactory was that it was an embolic change, secondary to cardiac thrombosis. In the cases which came to autopsy one found evidences of embolismn elsewhere: renal infarction, or splenic infarctioin, or occlusion of arteries in the limlibs. What had puzzled him was, why one did not meet with hemiplegia more frequently, when the heart, especially in the severe cases, was so often attacked.
In the present case he doubted whether the diphtheria was in any way responsible for the hemiplegia. In his experience, purely nasal diphtheria did not tend to affect the heart in the same way that faucial diphtheria did. He would regard the hemiplegia in this case as po8t rather than propter the attack of diphtheria. I Practitioner, 1904, lxxiii, 614. 2 Rev. Neur. and Psych., 1905, iii, 722. 3Clin. Journ., 1913, xlii, 12; Rev. Neur. and Psych., 1916, xiv, 145. Mongolism with Enlarged Liver and Jaundice.-RONALD CARTER, M.D. E. R., aged 2 years, brought to hospital suffering from jaundice. Family History.-Parents young and healthy. Father when two years old suffered from jaundice, which lasted some time and was nearly fatal. No other history of jaundice in the family. Patient is only child; mother had no miscarriages.
